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Melioidosis is a rare infectious disease that is very prevalent in certain areas of the world, namely
Thailand and certain parts of Northern Australia. There are only 29 cases being reported in the UK since
1988. With air transport industry getting more and more readily available and affordable, it is important
to recognise this disease especially those who have recently travelled to those endemic regions. We
report a case of a man who presented with pulmonary melioidosis after recent travel to Thailand.
 2009 Elsevier Ltd. All rights reserved.1. Case
A 51-year-old Caucasian gentleman presented to Accident and
Emergency department with feeling generally unwell for 2 months.
He complained of a productive cough with brown sputum, sharp
right-sided chest pain and night sweats. He had lost 2 stones in
weight over the last 2 years. In spite of having 2 courses of antibi-
otics (amoxicillin and clarithromycin), he remained unwell. Apart
from gastritis and previous alcohol dependency, there was no other
signiﬁcant past medical history. Both his grandfather and uncle had
tuberculosis in the past, but he denied being in direct contact with
them. He was a recent smoker with a 20 pack-years history and
stopped smoking 2 weeks prior to admission.
On examination, he was pyrexial (temperature 38.6 C), tachy-
cardic (heart rate 127 bpm SR) and hypotensive (89/57). Oxygen
saturations on air was 97%. Chest had few crepitations and he
had a mild hepatomegaly. There was no lymphadenopathy, jaun-
dice, ascites or oedema. Blood results showedWCC 19.8 109/l, Hb
85 g/l, Na 132 mmol/l, K 3.9 mmol/l, urea 4.4 mmol/l, creatinine
62 mmol/l, ALT 9 iu/l, ALP 138 iu/l and gamma-GT 61 iu/l and CRP
211 mg/l. His CXR showed consolidations in the right mid-zone and
left lung base with an increased density at the right hilum. A CT
thorax showed extensive consolidations throughout the right
upper lobe, with a little early cavitation with mediastinal and right. Dev).
rved.hilar lymphadenopathy. Changes were thought to be inﬂammatory,
but neoplasm could not be excluded (Fig. 1).
On further enquiry, he admitted to recent travels to South of
Thailand, for golﬁng holidays on 2 separate occasions with themost
recent one being 3 months prior to this admission. He also
admitted to have been engaged in high risk sexual activities during
his stays there. Provisional differential diagnosis of septic shock
secondary to bacterial or atypical pneumonia, fungal infection,
tuberculosis, HIV, neoplasm and Legionnaire’s Disease were
considered.Fig. 1.
J. Lie et al. / Respiratory Medicine CME 3 (2010) 109–110110He was started on IV cefuroxime and clarithromycin to cover
atypicals and IV ﬂuconazole to cover fungals. Atypical pneumonia
screen and HIV test were negative. Bronchoscopy was normal and
sputum and bronchial washings for AFB, culture and sensitivity and
PCP were all negative.
During his stay on the respiratory ward, he continued to suffer
from ﬂuctuating pyrexia. Blood cultures grew gram negative rods
and microbiology suspected possible pseudomonas or contami-
nations, but suggested to start with tazocin. His inﬂammatory
markers decreased over the next few days. On day 8, microbi-
ology informed that they were suspecting melioidosis as blood
culture had grown a pseudomonas-like organism – Burkholderia
pseudomallei. Therefore IV tazocin and clarithromycin were
changed to imipenum and oral azithromycin respectively and
advised to liaise with regional infectious disease unit.
Patient was transferred to the regional infectious disease unit
and was conﬁrmed to have melioidosis by ELISA and gas chroma-
tography of cellular fatty acids. His imipenum was changed to
meropenum for 3 weeks. He made a full recovery in the next few
weeks from his pulmonary melioidosis and was discharged home
with oral co-trimoxazole for a further 3 months.
2. Discussion
Melioidosis (Whitmore’s Disease) is caused by a bacterium
called B. pseudomallei. It is related to Burkholderia mallei which
causes Glanders Disease and they are both gram negative rods. It is
endemic in south-east Asia, especially in Thailand, and certain areas
of Northern Australia. It is responsible for 19% of community-
acquired sepsis with a mortality of 40%.1,2 In temperate areas, it is
extremely rare with only 29 cases being reported in the UK since
1988 and is almost always imported.3 There is clear evidence that
melioidosis is getting more prevalent and increasing number of
cases is being reported outside the above regions.4
Melioidosis can present in a variety of ways, most commonly
bacterial pneumonia, septicaemia, acute localised infection of skin
and soft tissues following trauma, inoculation, chronic infection or
even acute cholangitis.5 The organism is usually spread by direct
skin contact, ingestion or inhalation with contaminated source.Person-to-person spread can occur but is extremely rare, most
cases occur in people with other underlying medical conditions.
Rarely, maternal to child transmission can also occur.6 In this case,
our patient has most likely contracted the disease by skin contact
during his golﬁng sessions, where he admitted to have been in
direct contact with damp soil, which may have been contaminated.
There is no evidence that it can be transmitted via sexual contacts.
It has the potential to be used as a bioterrorismweapon and causing
rapidly fatal infections, especially airborne spread.7 It has a variable
incubation period from 2 days to many years – latent intervals
reported as long as 62 years.3
In summary, we present a rare infectious disease in the UK
imported from Thailand, causing severe respiratory compromise. It
demonstrates the importance of the use of blood cultures before
empirical antibiotic therapy for its diagnosis as well as the beneﬁts
of early involvement of local infectious disease unit, hence early
appropriate treatments. We also could not stress more the need to
be aware of melioidosis in those who have recently travelled or
resided in South-East Asia or Northern Australia,8 which could
produce catastrophic consequences if misdiagnosed.
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